The thyroid function and antithyroidal antibody were studied in17patients
Recently a number of authors have described a transient form of thyrotoxicosis (Hamburger 1974; Papapetrou and Jackson 1975; Gluck et al., 1975; Woolf and Daly 1976; Gorman et al., 1978; Nikolai et al., 1980) characterized by painless, nontender, normal or enlarged thyroid gland, transient elevated serum level of thyroxine (T4) and triiodothyronine (T3), a decreased radioactive iodine uptake and histological changes in lymphocytic thyroiditis.
The thyrotoxic phase usually resolves spontaneously and may be followed by varying degrees of thyroid failure (Nikolai et al., 1980; Woolf1980) . The antithyroid antibody is frequently detected in silent thyroiditis related to pregnancy (Amino et al., 1982; Hamburger and Meier1981) .
However, some cases not associated with pregnancy have no significant antithyroid antibody and go on to full recovery (Volpe1981).
We studied the thyroid function during the clinical course, et al.
Endocrinol.
Japon 131I-uptake) was measured by a standard technique. Antithyroid antibodies were determined with thyroglobulin and microsomal hemagglutination tests (Thyroid test and Microsome test, Fujizoki Co., Japan). Antimicrosomal and antithyroglobulin hemagglutination antibodies (MCHA and TGHA) were considered positive when the titers were higher than1: 100.
Seventeen patients were divided into two groups by presence or absence of MCHA. Ten patients (group I) had negative MCHA and7 patients (group II) had positive MCHA. The thyroid functions at the time of diagnosis and one and two months after thyrotoxicosis were studied. Student's t-test was used to assess the difference between the two groups.
Results
The thyroid functions of group I and II in thyrotoxicosis are shown in Table1and 2. The mean value of T4, T3, 131I-uptake and TSH was not different between two groups.
The serum level of Tg was variable. It was elevated in5patients and was normal in3patients in group I. In group II it was elevated in2and normal in2 patients.
TGHA was positive in only one patient in group I and2patients in group Accordingly, positive MCHA seemed to be related to the degree of immunological injury in the thyroid tissue and to the onset of hypothyroidism.
TGHA was negative in the majority of patients, except one in group I and2 patients in group II, in agreement with the previous studies (Gluck et al., 1975; Nikolai et al., 1980) . The Tg release is stimulated by TSH (Uller et al., 1973) and thyroid stimulating immunoglobulin reported in Graves' disease (Uller and Van Herle1978) .
The increased amount of Tg during the early phase of subacute thyroiditis may be released from the damaged gland (Izumi and Larsen1978) .
In the present study, Tg was measured in13patients with negative TGHA. It was elevated in7out of them (54%) and in the remainder was normal during thyrotoxicosis. The Tg levels have been reported in2patients with silent thyroiditis (Elliot et al., 1984) . They were low normal despite persistent marked elevation of T4 and T3. This discrepancy between thyroid hormone and Tg was possibly due to the fact that Tg hydrolysis could occur intracellulary rather than in association with diffuse cellular disruption (Elliot et al., 1984; Izumi and Larsen1978) .
However the true predisposing cause of transient thyrotoxicosis in silent thyroiditis unrelated to pregnancy has not been clarified (Hamburger and Meier1981) , although a high-iodine diet (Vitug and Goldman1985) and reduction in the steroid hormone concentration after cessation of steroid therapy (Maruyama et al., Endocrinol. Japon. June1987 1982) and adrenectomy (Haraguchi et al., 1984) have been considered.
The factors which provoke the transient thyrotoxicosis in silent thyroiditis unrelated to pregnancy must await further investigation.
